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insoluble fraction of the gastric parietal cell cytoplasm. While the antibody to intrinsic factor shows a high correlation with malabsorption of vitamin B12 and lack of secretion of intrinsic factor in the gastric juice, the parietal microsomal antibody correlates simply with the presence of atrophic gastritis which may be severe or mild. These antibodies are valuable indicators of disordered immunological reactions and should prove helpful in the further understanding of immunological mechanisms in man. The recognition of these antibodies in patients' sera is likely to lead to a clearer understanding of the natural history of atrophic gastritis as a disease process. They are also likely to lead to the better detection of patients who are at risk or who have actually got addisonian pernicious anemia in its frank or latent form. Dr Ralph Wright (Nuffield Department ofClinical Medicine, Radcliffe Infirmary, Oxford)
The Significance of Gastric Antibodies During the past three years we have taken a specimen of blood at the time of gastric biopsy in 150 patients in the Nuffield Department of Medicine at Oxford. Dr A G Wangel and I have tested the sera for antibodies to gastric parietal cells, intrinsic factor and thyroid components.
Histological sections of the biopsy specimens were graded independently by Dr R Whitehead into four categories: normal, superficial gastritis, atrophic gastritis and gastric atrophy.
When the immunological and histological findings were correlated it was found that the gastric parietal cell antibody is rarely detected when the histology is normal but that its incidence increases with increasing severity of the gastritis.
Intrinsic factor antibodies were usually found only in the more severe grades of gastritis and were much less common than parietal cell antibodies; they were confined to patients with pernicious anamia or latent pernicious anremia.
There was some increase in the incidence of antibodies to thyroid with increasing severity of the gastritis but they were also found quite commonly when the mucosa was normal.
In an attempt to determine the significance of the immunological findings the patients were divided arbitrarily into three groups: (1) A miscellaneous group who were suffering from diseases in which the incidence of gastric parietal cell antibodies is known, from previous studies, to be normal. (2) 'Idiopathic' iron-deficiency anemia.
(3) Pernicious aneemia and latent pernicious anemia. In both Group 2 and Group 3 the incidence of gastric parietal cell antibodies is known to be increased. When the different groups were compared it was found that, for a given histological lesion, the incidence of gastric parietal cell antibodies was much lower in patients in Group 1 than in the other two groups. For example, a comparison of the patients with atrophic gastritis shows that 5 .out of 9 patients with 'idiopathic' iron-deficiency anemia (Group 2) and 10 out of 13 patients with pernicious anemia and latent pernicious anemia (Group 3) had the gastric parietal cell antibody in their serum, compared with only 2 out of 18 patients with atrophic gastritis in the miscellaneous group (Group 1). In other words the finding of a positive reaction to gastric parietal cells is dependent both on the histological appearance and on the disease in which the histological abnormality is found.
These findings support the view of Coghill and his colleagues (1965) that there might be several different wtiological factors in gastritis and that autoimmune mechanisms might only be of importance in a proportion of cases. The fact that patients with gastritis and 'idiopathic' irondeficiency anamia are more likely to have antibodies to gastric parietal cells than patients with gastritis in the miscellaneous group (many of whom had iron-deficiency anemia from gastrointestinal blood loss) confirms the prediction of Delamore & Shearman (1965) that the incidence of the antibody in these two different types of iron-deficiency anemia might be different. Finally, the findings suggest that the parietal cell antibody cannot simply be regarded as a consequence of tissue damage although no definite evidence is provided to indicate that they are of importance in pathogenesis.
